Brown's syndrome is caused by a mechanical limitation of the superior oblique tendon. This simulates a palsy of the inferior oblique muscle with limitation of elevation in adduction. The syndrome can be congenital or acquired. Acquired Brown's syndrome has been described in collagen vascular diseases including rheumatoid arthritis and Still's disease.' 2 Two case reports have described Brown's syndrome in systemic lupus erythematosus (SLE) in adults, ' 4 Letters to the editor whom a renal biopsy specimen showed the escape of RBC through a gap in the GBM.
This 23 year old Japanese women was admitted to our hospital for the further evaluation of the nephrotic syndrome associated with SLE. When the diagnosis was first made eight years earlier, she had exhibited a high fever, typical butterfly rash, and pain in both knees. Laboratory tests at that time revealed leucopenia, positivity for serum antinuclear antibody and DNA antibody, and a low level of complement. She received treatment with prednisolone under the supervision of a local physician. One month before the present admission, she felt generally fatigued and developed oedema of the face, hands, and legs. Physical examination on admission revealed a pigmented butterfly rash on the face and leg oedema. Her blood pressure was 106/68 mm Hg. Her heart and the lungs were normal. Urine analysis showed proteinuria of 3-7 g/day, microscopic haematuria (10 RBCs /high power field (HPF)) with dysmorphic erythrocytes, leucouria (15 leucoqytes/HPF), and granular casts. Laboratory study revealed a slight deterioration of renal function (creatine clearance 64 ml/min, blood urea nitrogen 240 mgll and creatinine 6-1 mg/l). Serum total protein was 41-2 g/l, albumin 25 g/l and total cholesterol 3430 mg/l. The RBC count was 380 X 104/mm3, leucocyte count 7400/mm3, and platelet count 18 X 104/mm3. Tests for LE cells and for antinuclear factor were both positive. The serum DNA antibody titre was 30 U/ml (normal value (NV) less than 7 U/ml), and serum complement was decreased: haemolytic complement (CH50) 16-6 U/ml (NV 30-40 CH50 U/ml); C3 262 mg/l (NV 450-870 mg/l); C4 119 mg/l (NV 120-370 mg/I).
Examination of a percutaneous renal biopsy specimen by light microscopy revealed 10 glomeruli, one of which showed global sclerosis. One other glomerulus showed crescent formation and the remaining glomeruli showed evidence of a mild proliferative lesion with focal wire loop and hyaline thrombi. Immunofluorescent microscopy revealed a fine granular pattern IgG to 56-0 g/l at day 5 and to 41-1 g/l at day 30. While titres of ANA, anti-Ro(SS-A), and anti-La(SS-B) antibodies were not affected, the erythrocyte sedimentation rate decreased from 32 mm/lst h to 5 mm/lst h within 50 days, accompanied by a parallel decrease in C reactive protein from 22 mg/l to 8-5 mg/l. The beneficial effects lasted for a total of three months. During month 4, moderate joint pain recurred, but it was controlled adequately by NSAID for the ensuing two months. However, at the end of month 6 a severe relapse of arthritis occurred. IVIg treatment was reinstituted, followed again by a distinct relief of joint swelling and pain.
Our observations suggest a beneficial effect of IVIg in a patient with Sj6gren's syndrome associated arthritis, which is one of the most common extraglandular disease manifestations of this symptom complex.7 Although spontaneous remission cannot be excluded definitively, this seems to be unlikely because the clinical improvement closely followed IVIg administration and was reproducible in a flare of the disease. To Osteoarthritis is the commonest joint disorder in Westem populations, and the hand the most frequent site of involvement.' Nodular generalised OA affects the joints of the hand in a symmetrical manner, the most frequent joint groups involved being the DIP and thumb base. In a recent population study,2 the tendency for symmetry was pronounced for both the DIP and PIP joints, and was greater than that for row or ray clustering. For OA affecting the DIP joint, the odds ratio for contralateral involvement of the same joint was 38-8 (95% confidence interval (CI) 14-5-103); for any other DIP in the same hand it was 11-5 (95% CI 7-8-17-0). It is highly likely, therefore, that joint involvement of nodular generalised OA of the hand will be found to be symmetrical.
Asymmetrical OA of the hands has been described occasionally in similar circumstances. In 1947, Stecher and Kamosch described a woman with a median nerve injury of the hand who later developed Heberden's nodes in all her fingers except those supplied by the injured nerve.3 Stecher also described it in a hand paralysed by poliomyelitis,4 and in 1935 Coste and Forrestier reported a case that occurred after a cerebral accident.5 936
